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model.
METHODS Sixteen dogs were randomly divided into LF-EMF group
(n¼8) and Sham group (n¼8, with sham LF-EMF). LF-EMF (1HZ;
stimulation time 8s; interstimulus interval, 5s) was delivered to the
surface area of LSG for 30 minutes. Blood pressure (BP) elevation and
T-peak to T-end interval (Tp-e) change in response to LSG stimulation,
and LSG neural activity were measured at baseline and 30 minutes
after LF-EMF. Then AMI was induced by ligating the left anterior
descending coronary artery for 1 hour, and LSG neural activity and
ventricular arrhythmia prevalence were recorded.
RESULTS At baseline, LSG stimulation resulted in a signiﬁcant in-
crease in BP and prolongation in Tp-e, which were signiﬁcantly
attenuated by 30 minutes LF-EMF in LF-EMF group and kept at a
comparable level in Sham group. As compared to group baseline,
30 minutes LF-EMF resulted in a signiﬁcant decrease in LSG neural
activity, whereas no signiﬁcant change was caused by sham LF-EMF.
Furthermore, the AMI induced activation of LSG and ventricular
arrhythmia was signiﬁcantly suppressed in LF-EMF group when
compared to Sham group.
CONCLUSIONS Noninvasive LF-EMF can suppress left stellate ganglia
(LSG) neural activity, thereby reducing ventricular arrhythmia in AMI
canine model.GW26-e2472
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OBJECTIVES Endothelial nitric oxide synthase (eNOS) uncoupling
contributes to a decreasing of NO level and endothelial dysfunction.
Evidence has accumulated that eNOS uncoupling was induced by
oxidative stress. Vascular peroxidase 1 (VPO1) is a newly identiﬁed
haem-containing peroxidase that catalyzes hydrogen peroxide (H2O2)
to generate hypochlorous acid (HOCl) and aggravates oxidative stress.
The aims of this study were to determine the potential role of VPO1 in
eNOS uncoupling.
METHODS Cultured human umbilical vein endothelial cells (HUVECs)
were incubated with angiotensin(Ang)II(10-6M) or HOCl (200uM) for
indicated time. VPO1 and eNOS expression, the ratio of eNOS dimer
and monomer, the H2O2 and HOCl levels were measured.
RESULTS Incubation of AngII (10-6M) for 24h signiﬁcantly enhanced
the protein and mRNA expression of VPO1, the levels of H2O2 and
HOCl while decreased the total eNOS protein expression of and NO
level. The angiotensin II-mediated eNOS uncouplling was inhibited by
knockdown of VPO1 using small hairpin RNA. Furthermore, eNOS
uncoupling was found in puriﬁed recombinant eNOS with the treat-
ment of HOCl (200uM) or VPO1/ H2O2/HOCL system.
CONCLUSIONS VPO1 is a novel regulator of eNOS uncoupling in
HUVECs via HOCl generation, which may contribute to decreasing of
NO level and endothelial dysfunction.GW26-e2921
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OBJECTIVES To investigate the I405V polymorphism of the choles-
terol ester transfer protein gene (CETP) and its possible association
with lipid levels and longevity in Guangxi Hongshui River Basin.
METHODS The polymorphism of CETP I405V locus was genotyped by
PCR-RFLP and serum levels of total cholesterol (TC), triglyceride (TG),
high density lipoprotein (HDL), low density lipoprotein (LDL) levels
were measured for 523 Zhuang long-lived inhabitants (aged 90 and
above, longevity group) and 498 healthy controls (aged 60-75, control
group) residing in Hongshui River Basin, northwest Guangxi Province.
RESULTS The levels of TC, HDL-C and LDL-C were higher but TG
and HDL-C/LDL-C ratio were lower in LG than in non-LG (P<0.001
for all). The I405V genotypic frequencies were II 34.28%, IV49.36%,VV16.36%, and allelic were I 58.96% and V 41.04%, respectively. No
signiﬁcant difference in allelic and genotypic frequencies were
noted between the longevity group and control group (p>0.05).
There was no signiﬁcantly statistic difference of every lipid proﬁles
among CETP I405V genotypes within groups, although intergroup
comparison showed that the LDL levels of all the three genotypes
were greatly increased in the longevity group as compared to the
control group.
CONCLUSIONS Our results show that CETP I405V polymorphism is
not correlated with lipid modulation in the long-lived individuals in
Hongshui Region. The higher LDL level in the oldest olds may have
alternative explanations which need further investigation.
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OBJECTIVES Although the phosphatidyl-inositol-3-kinase (PI3K)/Akt
pathway is essential for conferring cardioprotection in response to
ischemic preconditioning (IP), the role of PI3K/Akt signaling in the
infarcted heart for mediating the anti-arrhythmic effects in response
to IP remains unclear. We explored the involvement of PI3K/Akt in the
IP-like effect of connexin 43 and proangiogenic factors with particular
regard to its role in protecting against ischemia-induced arrhythmia,
heart failure, and myocardial remodeling.
METHODS Groups of pigs were administered phosphate buffered sa-
line (PBS) or LY294002 solution. Before induction of myocardial
infarction (MI), pigs were grouped according to whether or not they
underwent ischemic preconditioning (IP). Next, all animals under-
went MI induction by ligation of the left anterior descending (LAD)
coronary artery. Myocardial tissues from the pig hearts 7 days post-MI
were used to assess myocardium myeloperoxidase and reaction oxy-
gen species, infarct size, collagen content, blood vascular density,
expression of Akt, connexin 43, and proangiogenic growth factors,
using a spectrophotometer, histology, immunohistochemistry, real-
time RT-PCR, and western blot.
RESULTS At 7 days post-MI, IP signiﬁcantly reduced animal mortality
and malignant ventricular arrhythmia, myocardial inﬂammation,
infarct size, and collagen content, and improved cardiac function and
remodeling; use of the PI3K inhibitorLY294002 diminished these ef-
fects. In parallel with a decline in Akt expression and phosphorylation
by myocardial, LY294002 injection resulted in signiﬁcant suppression
of connexin 43 and proangiogenic factor expression, and a reduction
of angiogenesis and collateral circulation.
CONCLUSIONS These ﬁndings demonstrate the cardioprotective ef-
fects of IP on anti-ventricular arrhythmia and myocardial repair
through up-regulation of PI3K/Akt-mediated connexin 43 and growth
factor signaling.
GW26-e4429
A Study of PS gene polymorphism and soluble P-selectin in atrial
ﬁbrillation-induced thromboembolism
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OBJECTIVES Thrombolism is a severe complication of atrial ﬁbrilla-
tion (AF), and an important cause for clinical disability and mortality,
whereas mechanisms for its development in AF remains partially
determined. Accumulating evidence has shown connections between
thrombolism and genetic factors. Protein C is an important pathway
for anticoagulative system, and alteration in the protein C concen-
tration and activity due to genetic polymorphisms is associated with
development of thrombolism.
METHODS This study investigated three SNPs (-2123C/G, Thr715Pro,
-1817T/C) of PS gene belonging to protein C family using PCR method,
measured sP-selectin concentration using ELISA method, and
analyzed its association with non-valvular AF (NVAF) to compare
potential differences in related biomarkers between 102 NVAF pa-
tients with thrombolism and 200 NVAF patients without thrombolism
of Kazakh and Han population.
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higher sP-selectin (p <0.001) than did NVAF patients without
thrombolism. Allele frequencies of (-2123C/G, -1817T/C) were signiﬁ-
cantly higher in NVAF patients with thrombosis than in NVAF
patients without thrombosis, but Thr715Pro did not show any
polymorphism.
CONCLUSIONS PS gene polymorphism may contribute to thrombotic
risk in AF. sP-selectin was a potential risk factor for thrombolism
in AF.GW26-e4504
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OBJECTIVES Sympathetic nerve (SN) remodeling plays an important
role in the development of sudden cardiac death in patients with
myocardial infarction. However, little has been known about the
pattern of SN remodeling in patients with hypertensive left ventric-
ular hypertrophy (LVH) or heart failure (HF). We aimed to evaluate the
role and pattern of SN remodeling in hypertensive rabbit models.
METHODS Hypertensive LVH (70% diameter stenosis, n¼16) and HF
(90% diameter stenosis, n¼12) rabbit models were prepared through
abdominal aorta constriction, and conﬁrmed with echocardiographic
and hemodynamic measurements. The rabbits in Sham group (n¼14)
received the same procedure without abdominal aorta constriction.
Eight weeks after the index procedure, ex vivo electrophysiological
parameters were determined. The distribution patterns and densities
of myocardial SN were determined with immunohistochemistry. The
myocardial levels of cAMP and norepinephrine were measured using
radioimmunoassay and high-performance liquid chromatography,
respectively. Finally, the protein expression level of beta-ARK1 was
determined with western-blot.
RESULTS Compared to Sham group, LVH group had a signiﬁcantly
shorter left ventricular effective refractory period (122.75  10.31 ms vs
95.71  16.31 ms, P <0.001). Six isolated hearts (6/8) in LVH group
occurred inducible ventricular tachycardia or ventricular ﬁbrillation
under program stimulation, while none (0/8) in Sham group occurred
(P ¼0.007). All hearts (6/6) in HF group occurred spontaneous ven-
tricular ﬁbrillation, while the other two groups didn’t have. Compared
to Sham group, LVH and HF groups had signiﬁcantly lower average SN
density (7972.08  3238.78 mm2/mm2 vs 3226.44  2835.58 mm2/mm2
vs 4196.95  1572.53 mm2/mm2, P <0.001), but higher heterogeneity
of SN distribution (4144.17  2017.69 mm2/mm2 vs 5768.22 
4582.05mm2/mm2 vs 7858.17  2965.67mm2/mm2, P <0.001). The
myocardial levels of cAMP (7.94  6.37 ng/g vs 20.60  7.53 ng/g,
p <0.001) and norepinephrine were signiﬁcantly lower in the failing
hearts than did those in Sham group. Meanwhile, the LVH had com-
parable levels of cAMP and norepinephrine as compared with Sham
group. In addition, HF group rather than LVH group showed signiﬁ-
cantly lower levels of beta-ARK1 expression compared to Sham group
(P <0.001).
CONCLUSIONS The present study suggests that both hypertensive
LVH and HF would increase the heterogeneity of myocardial SN dis-
tributions with decreased overall SN activities, which could be
translated into more vulnerable electrophysiological characteristics.GW26-e4558
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OBJECTIVES To identify differentially expressed long non-coding
RNAs (lncRNAs) involved in ﬂow-dependent regulation of vascular
function.METHODS Conﬂuent human umbilical vein endothelial cells
(HUVECs) were cultured under static conditions or high shear stress
(HSS, 15 dyn/cm2) for 24 hours. Total RNA was isolated from 4 pairs of
static control and shear-stressed HUVECs, and hybridized to arraystar
human lncRNA 8 x 60 k v3.0 chips containing probes representing
30,586 lncRNA genes and 26,109 protein coding genes. Quantitative
real-time polymerase chain reaction (RT-qPCR) was used to validate
the microarray results. Bioinformatics analyses including lncRNA
classiﬁcation and subgroup analysis, gene ontology (GO) analysis and
pathway analysis were performed.
RESULTS Our data revealed that 8450 out of 30,586 lncRNAs and
11,284 of 26,109 mRNAs examined were signiﬁcantly altered in their
expression levels at a signiﬁcance level of P < 0.05. Using the cutoff
criteria of P-values < 0.05 and fold changes > 2, we identiﬁed 804
differentially expressed lncRNAs and 750 differentially expressed
mRNAs. We conﬁrmed the induction of one the most prominent
lncRNAs CYP1B1-AS1 by HSS by RT-qPCR. 14 lncRNAs were identiﬁed
as potential enhancers. GO analysis showed that the highest enriched
GOs targeted by up-regulated transcripts were cell migration and the
highest enriched GOs targeted by the down-regulated transcripts were
mitotic nuclear division. Comparison of differentially expressed
transcripts between the groups identiﬁed 11 pathways that corre-
sponded to down-regulated transcripts and 20 pathways that corre-
sponded to up-regulated transcripts (p value cut-off 0.05).
CONCLUSIONS Our results show signiﬁcantly altered expression
proﬁle of lncRNAs between the static control and shear-stressed
HUVECs, indicating that lncRNAs may play important roles in regu-
lating the functions of vascular endothelial cells. Further studies
should be conducted to determine the roles of these lncRNAs in ﬂow-
dependent regulation of vascular function.GW26-e4592
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OBJECTIVES C1q/TNF-related protein-12(CTRP-12), an adiponectin
paralog, was recently identiﬁed as novel adipokines with metabolic
regulatory properties. We analyzed the relationship between CTRP-12
and coronary artery disease (CAD).
METHODS Subjects (n¼188, 6710 years, 79% male) suspected of
having CAD were enrolled in the study and were divided into two
groups, CAD and non-CAD subjects, according to the results of their
coronary angiographies. Serum CTRP-12 levels of the subjects were
measured by an enzyme-linked immunosorbent assay.
RESULTS Subjects with CAD had signiﬁcantly lower circulating CTRP-
12 concentrations compared to the non-CAD subjects (median [inter-
quartile range]: 46.5 [26.6] vs. 53.5 [29.6] ng/mL, respectively;
p ¼0.01). The serum CTRP-12 levels signiﬁcantly correlated with body
mass index, the homeostasis model of assessment of insulin resis-
tance, adiponectin levels, and CAD severity. Multivariate logistic
regression analysis revealed that a decreased serum CTRP-12 level (log
transformed) was independently associated with CAD for all subjects.
CONCLUSIONS Serum CTRP-12 levels are signiﬁcantly associated
with CAD in humans, suggesting that low CTRP-12 levels may
contribute to CAD.GW26-e4726
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OBJECTIVES Oxidative stress and AMP-dependent protein kinase
(AMPK)/mammalian target of rapamycin (mTOR) signaling pathway
were closely involved in the development of cardiac hypertrophy and
heart failure (HF). Previous study indicated that the Sestrin family
suppressed oxidative stress and regulated AMPK / mTOR signaling.
However, the expression and functions of Sestrin in hypertrophic and
failing hearts are still unclear.
METHODS We performed quantitative RT-PCR to detect the mRNA
expression of Sestrin family in the normal, hypertrophic (2 week after
surgery: n ¼4, 4 week after surgery: n ¼4) and failing (more than 8
week after surgery: n ¼4) mouse hearts induced by aortic banding
